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Ineu.Ha  affect  H  4361  1 

a'.bl&iz  &  b.uhlikj  r  ~ 

Effector  action  of  endogenous  insulin  upon  the  activity  of  the  alkaline 
phosphatase  of  the  Blood*.  Li jei.vjesn. .Zaereb,  1954,  76:  609-610(Transl. fron 
Sarbo-Croatian  by  Claudius  ?,Kayer,ll.D.  .July  1959), 

(Prom  the  Institute  of  Chemistry  of  the  Veterinary  Faculty  of  the  University 
of  Zagreb. and  the  Institute  of  Voterinary»Hedical  2*eearehoo,ln  Zagreb), 

(•FOOT-TOTS:  A  voluminous  paper  on  this  Investigation  will  be  In  prlnt.lt  la 
announced,  in  a  short  time  at  another  place). 


1  ; 

An  observation  of  one  of  the  aathora  that  daring  the  developnent  of  n  per  • 
orally  provoked  twice  repeated  and  successive  hyperglyceiiiia(l,e.,  with  the  Staub* 
Traugott  type  of  double  glucose  loading)  will  also  change  the  concentration  of  the 
anorganic  phosphate  in  the  blood,  has  suggested  to  the  authors  that  under  the  above 
mentioned  experimental  conditions  they  should  try  to  learn  also  the  behavior  of  the 
alkaline  phosphatase  of  the  blood.  In  this  respect,  they  were  little  or  la  no  way 
interested  at  first  in  the  recognised  relation  between  the  activity  of  the  aentioned 
phosphatase  on  one  hand  and  the  action  of  the  insulin  on  the  other  hand,  Taking  ■'* 
advantage  of  the  known  fact  that  during  the  development  of  hype rgly cemi a, provoked 
in  the  described  .physiological  manner.  Insulin  will  also  appear  in  the  blood,  they 
have  expected  that  the  outlined  relation  would  be  explainable  .perhaps  In  the  best 
\izyt  precisely  under  the  above  mentioned  experimental  conditions.  She  Investigations 
yore  carried  out  on  rabbi ts.Sho  following  wsro  established:  -  during  the  traneient 
hyperglycemia  (provoked  by  double  successive  physiological  application  of  tho  gin* 
coco)  tho  activity  of  tho  alkaline  phosphatase  of  the  blood  will  also  change,  and 
the  changes  occur  at  definite  symmetrical  relationship  to  the  development  of  hyperw 
glyoomia,  The  activity  of  alkaline  phosphatase  of  tho  blood  changes  several  times 
during  the  transient  hyperglycemia.  One  of  these  changes,  namely  the  weakening  of 
the  activity  is  at  which  the  intervention  of  insolin  begins.  She  analysis  of  the 
described  aotioa  leads  to  the  unquestionable  conclusion  that  tho  ia^hlln  oontrols 
.brakes)  the  activity  of  the  alkaline  phosphatase  of  tho  blood.  During  tho  develop* 

meat  of  the  above  mentioned  hyperglycemia,  the  velUkaovn  activating  function  of 

2 

the  glu oo ss (  tho  BACOABI-APBI OCHIO  offset  )  is  also  well  distinguished,  and  perosp* 
tlble  is  also  tho  mild  increase (slight  increase)  of  tho  activity' la  the  phase  of 


! 
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Lin  offset 
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v  lakenlng  of  the  Insulin  intervention  6AMBASSI-MASABAZ20  effect  )  and  the  obtained 

remits  are  In  accordance  with  the  observations  according  to  which  the  activity  of 

4 

the  alkaline  phosphatase  is  also  Increased  In  alloxans  diabetes.  On  the  contrary. 

5 

t  \m  obtained  results  are  entirely  contradictory  to  the  observations  of  B1S0S8X  • 
assorting  to  which  the  Insulin  does  not  not  as  an  effector  upon  the  activity  of  oi-  ! 
kjiHae  phosphatase. The  results  of  tba  desorlbeA  iw^eotlcatloas  allow  the  possibi¬ 
lity  that  the  chronically  weakened  activity  of  phosphatase  in  the  case  of  the  filer¬ 
s'  I  < 

ke  disease  could  be  also  in  a  certain  relation  with  the  described  inhibiting  action 
of  the  insulin.  And  in  such  a  case. the  above  mentioned  disease  could  be  eh&racter- 

j 

lied  as  an  "afermentosis*.  not  only  because  of  the  weakening  of  the  phosphatase  , 
but  alto  above  all  as  an  effect  of  the  deranged  activity  -  of  the  adaptive—  orote- 

I  7  ! 

ase  insullnase  which  is  responsible  for  the  disappearance  of  the  endogenous  insulin.  | 

LI7KHATOH2. 

1  Unpublished.—  See  In  the  volume  v.61(p.l87,  1939)  of  Ardi.lntera.pharBdyn.th6r. 

r 

the  article  by  A.Sffi  and  U.CIOUB. 

i  ' 

^2}  SACCA3X  T.O.  A  O.AUBICCHIO*  Boll.Sco.ltal.biol. sper. 24:441(1948). Quoted  by  Bxcerp- 

ta  *ed. . 1949.3 Js.p. 867..  8oll.Soe.chin.blol. ,31:389(1949)l&ioted  by  O.rend.Acad.. 

\  ’ 

43 J  9098  a(1939)—  Boll.Soc.ital.blol.sper.. 2311066(1947). Quoted  Ibid..  42:  5989  d 

]  • 

(1948). 

3,  OAHBASSI  0.6  C.MATASAZZO.  Minerva  med.,44:  198(1953).-  Zbld..  44:  204(1953). 

i 

4i  LASZ?  1.4  H,7CBSl.Ka tore, 158:  538(1946). 

5.  H  ISO  SHI  I.  quo  t.  by  Ber.ges.Physlol.txp.Pharm.  ,117:  291(1941)  .-See  also  BAUS.H. 


Zschr.^t.Hom.Feraentforsh.,  2:  507-595(1946/49). 

6.  GOBI  O.T.:The  Harvey  lectures, ser,48lH.T,(Acad.Prees),1944,p.i45,Quot.by  VISLATHJ 
O.ln  nin.Vschr.,32:  385-392(1954). 

7,  BUSCBEAUS  0.4  B.OSTSCEMSB  4  O.MALL.  Ferment  chemical  studies  to  the  clinical 

i 

constitutional  correlation  research.Berl.,1941,p.l41.  —  See  also  OAMBASSX  0.4 

3 

0Z0S0I0  I. Minerva  aed..  44:  209(1956). 

(Translation  of  Oeraan  suanary) 

The  authors  utilised  the  formation  of  the  endogenous  iasulln.durlng  hypergly- 
ccala,  which  was  produced  by  the  double  glucose  load  according  to  Staab-Treugott, 
for  the  applanation  of  tho  Interaction  betv-en  Insulin  and  alkaline  phosphatase. 
Babbits  wars  used  as  exocrineatal  animals.  It  woo  shown  that  tho  activity  of  tho  aU 


Insulin,  effect 
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inline  pjjosphatasa  changed  several  times  during  the  course  of  the  exoertaentally 
produced  hyperglycemia.  One  of  these  changes .namely  the  weakening  of  the  activity, 
corresponds  regularly  to  the  formation  phase  of  the  hyperglycemia  at  which  the  ef¬ 
fect  of  the  insulin  begins  to  show.  She  explanation  of  this  notion  leads  to  the  un¬ 
questionable  conclusion  that  insulin  inhibits  the  activity  of  the  alkaline  phospha¬ 
tase.  She  authors  still  point  out  that  ths  weakened  effect  of  the  blood  phosphatase 

can  be 

in  the  Gierke  dieeasex&s/in  a  certain  relation  with  the  established  inhibitory 
effect  of  the  insulin.  C  "v- - 

-  *  -  ssn>  -  -  — 


